Systemic candidiasis is an increasing problem in immunocompromised subjects and in patients in hospital. Candida infections of bone and joints are, nonetheless, exceedingly rare. Among different host related and iatrogenic factors underlying malignant disease,' heroin abuse,2 corticosteroid or immunosuppressive treatment,3 surgical procedures,' 5 intravenous hyperalimentation, 6 7 and prolonged antibiotic treatment4 may contribute to the pathogenesis of candida septicaemia and arthritis. In patients without candidaemia, isolated joint infection can be caused by contamination of the joint during the intra-articular administration of steroids. 8 The ability of Candida albicans preparations to induce lymphocyte blastogenesis in vitro is well known,9 and lymphocyte proliferation assays in response to candida are currently used to monitor T cell dependent immune responses in various disease states.'0 Little attention has been paid, however, to published reports of the cellular immunological aspects of candida arthritis. In this report we describe the distribution of synovial fluid lymphocyte subsets, T cell activation events, and the T cell response to fungal antigens in a patient with candida arthritis after operation for a brain tumour After 30 days of culture this T cell line was cloned in Terasaki microtest plates (Nunc, Roskilde, Denmark) by limiting dilution using candida (50 /ml) and recombinant interleukin 2 (20 U/ml) supplemented culture medium and autologous irradiated (40 Gy) peripheral blood mononuclear feeder cells (1 2xI04 cells/well). The plates were cultured at 37°C in a humidified atmosphere of 5% CO2 and were checked for growing colonies on days 8, 10, and 12. Growing T lymphocyte clones were transferred to larger plates (%-well microtitre plates and 12-well plates (Costar, Cambridge, USA)) with recombinant interleukin 2 supplemented culture medium and were then tested for reactivity to candida and two control antigens in a proliferation assay after another week of culture. Clones of interest were further expanded in medium supplemented with recombinant interleukin 2 in six-well plates (Falcon, Becton Dickinson, New Jersey, USA) and restimulated by oxidised feeder cells in the absence of a mitogen as described. 4 proliferative responses to C albicans, Y enterocolitica, and S typhimurium. Nine out of the 35 T lymphocyte clones showed a marked and specific proliferative response to C albicans with a stimulation index between 9 9 and 103 when compared with the medium control (table 2) . The C albicans reactive T lymphocyte clones were of the CD4+/CD8-phenotype. As shown in table 2 the monoclonal antibodies specific for HLA class II antigens-DA6.231-inhibited candida induced proliferation strongly. These results suggest that the proliferation of T lymphocyte clones to C albicans represents an HLA class II restricted T cell response. 
